A Case of Angina pectoris with Aortitis. By F. PARKES WEBER, M.D. THE patient, a German married woman, aged 42, was admitted at the German Hospital on the morning of January 2, 1908, and died in the afternoon of the same day. She was a fairly well nourished, palelooking woman of medium size, and complained of great pain in the chest to the left of the sternum, just above the cardiac area. Over this area there was a good deal of rather coarse crepitation to be heard, but I could make out nothing special by examination of the heart and abdominal organs. The pulse was 95 to the minute, regular and rather weak. The radial arteries did not feel diseased. There was no dyspnoea. The face was pale and the lips slightly bluish. There was no cedema. The temperature was 990 F. The urine was of specific gravity 1017, free from albumin, sugar and tube casts, and giving no reaction for aceto-acetic acid (Gerhardt's reaction with perchloride of iron). She had not been ill long, but the history which I obtained from the patient was very incomplete. The temperature was against the idea of any acute inflammatory condition. She was treated with hypodermics of camphor in oil and with small doses of alcohol, as if for a condition of collapse. In the afternoon she was given one subcutaneous injection of liquor strychninae hydrochloratis It iij. (which seemed to make no difference), and oxygen inhalation was employed. The pain, however, persisted, the pulse became weaker and the crepitation in the upper part of the left lung (back as well as front) became more marked. There was likewise a little fine crepitation over the right lung. She vomited three times in the hospital, and had vomited once before admission. She died suddenly about 5 p.m., that is, about eight hours after her arrival.
Information obtained later on from the husband threw fresh light on the illness. The completed history seems to be as follows: The patient used to enjoy good health, and never had a severe illness before the present one. She was always pale. Her father died with " dilatation of the heart" at about the age of 60. The husband gave no definite history of syphilis. The patient herself had had four children: the two younger ones only were still living; of the two first, one was born dead and the other died soon after birth. During the summer of 1907 the patient used to complain of pains in the stomnach, and her fingers used sometimes to turn white and cold (" local syncope "), but otherwise she remained in apparently good health and did her ordinary work as before. From December 22, 1907, she coinIiienced to complain of a sensation of pressure in the stomach and pains on the left side of the front of the thorax, and began to lose strength. She obtained pills and medicine from a doctor, but the pains increased every day. The slightest exertion would induce a pain on the left side of the chest. On the night before admission the pain became unbearable. She vomited once.
This history suggested that the illness was a kind of ingravescent angina pectoris ending in a " status anginosus" and syncope, and the necropsy made it certain that this view of the case was the correct one.
The pathological changes were practically confined to the thoracic aorta and the orifices of the coronary arteries, the whole being evidently the result of a process of aortitis, affecting chiefly the first part of the aorta. This first portion of the thoracic aorta was much sclerosed and irregularly thickened and slightly bulged, as if aneurysmal dilatation were commencing. The orifices of both coronary arteries were much stenosed owing to the aortic change, but excepting for this stenosis at their orifices both vessels were practically free from disease. The rest of the thoracic aorta and the abdominal aorta were affected similarly to the first portion, but to a very much slighter degree. The heart, of about normal size, weighed 12 oz., and its muscular substance did not appear diseased; there was no valvular affection. Both lungs were cedematous; there was no evidence of pneumonia, tuberculosis, syphilis or infarction in these organs. There was no disease of the mediastinal lymephatic glands. The liver (weight 55 oz.) showed signs of chronic passive congestion, but not nearly sufficiently to be termed a " nutmeg liver." There was a transverse constriction, a minor form of that caused by " tight lacing." There were no biliary calculi. The kidneys (weight together 11 oz.) appeared free from disease, and the capsules stripped readily. The spleen was of about normal size and weight (weight 6 oz.) and seemed healthy. In the stomach a little submucous ecchymosis was noted. The intestines and generative organs were not diseased, except for the presence of an ovarian cyst.
Microscopical examination of a piece of thickened ascending aorta showed the pathological process to be one of aortitis, as yet unaccompanied by any marked atheromatous or calcareous degenerative changes. The intima was irregularly thickened, and in the media and adventitia there were numerous patches of cell infiltration (lymphocytes, plasma cells). These foci of cell infiltration were larger and more numerous in the adventitia, whilst in the media they formed smaller spots and streaks 1:15 around the vasa vasorum. The presence of one or two giant-cells amongst the other cells was kindly pointed out to me by Mr. S. G. Shattock, but they were not typical of tuberculosis, and an examination of sections specially stained for tubercle bacilli gave a negative result.
Remarks.-In regard to the etiology of the aortitis in this case it is impossible to arrive at any absolute conclusion, but there are certain points suggesting a syphilitic origin in spite of the absence of syphilitic changes elsewhere in the body. The character of the cell infiltration (lymphocytes, plasma cells) and its distribution about the vasa vasoruni in the media is such as might be ml-et with in syphilitic cases.' In syphilitic aortitis, according to Heller and others, the ascending aorta is especially affected, as it was in this case. Moreover, the age of the patient, the history regarding her two first children, and the absence of other obvious causes of arterial disease lend a certain amount of support to the syphilis theory. The clinical history of the case is characterised by the rapid increase in severity of the anginal attacks. At first these troubled the patient only occasionally on exertion, then muscular exertion of any kind would invariablv induce an attack; finally, a severe attack occurred, in the absence of any obvious exertion, at night time, and next morning the patient was admitted with the fatal " status anginosus." Heberden and Huchard have pointed out that nocturnal attacks of angina pectoris are apt to be of long duration, and Huchard has laid stress on the influence of the bed position in increasing the bloodpressure and myocardial work, and thus inducing nocturnal attacks of angina pectoris. In some patients subject to angina pectoris the position of rest in bed at night time is by no means the position of maximnumii rest for their cardiac musculature. In regard to the iiuch discussed question of the causation of angina pectoris this case is of some interest.
Sir Clifford Allbutt maintains that the only essential cause of attacks of genuine angina pectoris is aortitis, but that coronary stenosis is frequently present as a fatal complication. Disease of the coronary arteries, so conspicuously present in many fatal cases, has, he thinks, been wrongly regarded as the real cause of the anginal attacks. On Sir Clifford Allbutt's theory, cases of recovery fromii true angina pectoris might be accounted for by supposing the anginal attacks to have been due to a condition of aortitis unaccomnpanied by any considerable stenosis of the coronary arteries. Moreover, the post-mortem discovery of coronary So extensive was the cell infiltration in the aortic adventitia around the commencement of one of the coronary arteries (which was microscopically examined) that, if due to syphilis, the process might almost be termed " syphilomatous." stenosis in persons who during life have never suffered froml angina pectoris might also be explained on the supposition that there had never been sufficient aortitis present to determine an anginal attack. This " aortitis" theory does, however, not account for the occurrence of coronary stenosis without typical angina pectoris when the stenosis is due to an aortitis more or less occluding the coronary channels at their commencement.' On the other hand, the occasional failure of coronary stenosis to produce angina pectoris may be explained by supposing that when the coronary stenosis is of exceedingly slow and gradual development, the patient may have time to accommodate himself to his disease and may finally die of dilatation of the heart and gradual cardial failure without ever having had an attack of angina pectoris. On the " coronary " theory it is also possible to account for occasional cases of recovery fronm true angina pectoris, for the swelling (due to aortitis) at the commencements of the coronary arteries might in rare cases be supposed to subside without giving rise to permanent coronary stenosis. The present case appears to me to lend as much support to the " coronary theory " as to the " aortitis theory," but can certainly not be adduced as supporting any of the other theories of angina pectoris.
DISCUSSION.
Dr. JAMES MACKENZIE said the case was of very considerable importance, and was unique in some ways. It was manifestly a case of true angina pectoris with no increase in the blood-pressure. There vwas none of that condition of which a good deal was heard at present-high blood-pressure and contracted arteries which Dr. Russell, of Edinburgh, spoke of as" hypertonus." He presumed there was no attempt to give relief in this case by amyl nitrite; it would have been interesting to see what the result of such treatment would have been. He bad seen somewhat similar cases in which that line of treatment had been useless, while in others the nitrite had given relief, even when there was very low blood-pressure. His opinion, after having administered amyl nitrite to many patients suffering from angina pectoris, was that one was not justified in saying that it simply relieved temporary spasm of the arteries. The question was a complicated one which need not be discussed. It was of no use putting forward theories about the causation of angina pectoris, as there were already too many. Not long ago Dr. Weber showed before the Section an interesting case of intermittent claudication, and in that case it was evident that the muscles I Compare the case of obliteration of the commencement of the right coronary artery (apparently from syphilitic aortitis and without history of attacks of angina pectoris) which I brought before the Pathological Society of London in December, 1905 (Transactions, 1896 of the legs were able to carry on their work when they had a good supply of blood; but when the blood-supply to the part was deficient, as when exertion was made, pain resulted. In the present case there was much stenosis at the mouth of the coronary artery. When the patient was at rest, his heart muscle was able to carry on its work, but upon exertion there was pain. There was no occasion to go into the question of the aortitis. If cases of angina pectoris in people who worked hard, such as engineers, were watched, and the observations were extended over many years, it would be found that they did their work while sclerosis was proceeding in their vessels; but that there came a time when they did not feel fit for work, and then exhaustion came on, frequently terminating in an attack of pain. As the damage was not very great, treatment and rest enabled them to recover temporarily, the reason being that there was a transient impoverishment of muscle.
Dr. F. de HAVILLAND HALL said that he thought it not improbable that syphilis was the cause of the lesion when the sex of the patient was considered-angina being rare in women-her age, and the rarity of changes in the aorta in women, as well as the fact that the first child was born dead and the second died soon after birth. In support of Sir Clifford Allbutt's view that the pain in angina pectoris was due to aortitis was the fact that angina pectoris was almost confined to patients with aortic disease, as shown by the obstructive or regurgitant murmur, or by the presence of an aortic aneurysm. Mitral regurgitation was almost unknown in subjects of angina. There were cases of mitral stenosis with anginoid symptoms, i.e., pseudo-angina. He thought a distinction should be drawn between true angina pectoris and the milder attacks which were specially observed in females, and were not very uncommon in association with mitral stenosis. He had hoped to hear that amyl nitrite had been tried in this instance, as he had seen cases in which, though the bloodpressure was comparatively low, that drug had afforded relief. Failing that, he would have injected atropine and morphine subcutaneously.
Sir DYCE DUCKWORTH said that he had very little doubt as to the etiology of the case or that it illustrated an effect of syphilis. The points to which Dr. de Havilland Hall had directed attention were such as all might agree to, and he thought the aortitis was syphilitic. He recognised that anginoid symptoms did occur-the so-called pseudo-angina-and that this term was required, at all events as an expression of ignorance. Grave angina was practically never seen in a woman. There was no doubt about the agony of angina being due to cardiac distension, just as when any hollow viscus was stretched there was great pain, especially when the distension was of acute onset.
Dr. GARROD said that ten years ago there was a patient in Sir William Church's wards at St. Bartholomew's Hospital who had been admitted with pneumonia and was sufficiently recovered to be sitting propped up in bed talking to his friends. He was suddenly seized with a most intense praecordial pain, which could not be relieved by any of the remedies which were tried, and in half an hour he was dead. Next day Dr. Garrod made a post-mortem examination. There was pneumococcal endocarditis, a long trailing vegetation being attached to one of the aortic cusps which had not caused a mnurmur during life-and the end of that vegetation was missing. It was found blocking the mouth of the right coronary artery, which it had embolised. As far as he could remember at that distance of time there was no disease of the aorta. The only lesion which could have accounted for the acute anginoid pain was the plug cutting off the circulation in his right coronary artery. The case, which had been recorded by Sir William Church,' seemed to have an interesting bearing on the present discussion.
The PRESIDENT asked whether there had been any bacteriological investigations made, especially with regard to the Spirocha?ta pallida.
Dr. PARKES WEBER, in reply, said that the Spirochawta pallida had been rarely found in tertiary syphilis, and he had not looked for it in the present case. He had been glad to hear that both Dr. de Havilland Hall and Sir Dyce Duckworth took the view that the aortitis was syphilitic, but he supposed one could not be sure in a case like the present one until the local presence of the syphilis microbe was demonstrated. Searching for the Spirochawta pallida in tertiary syphilis, however, must be as tedious and discouraging as looking for the Bacillus tutbercutlosis in lupus verrucosus, or more so. He had read of the interesting case mentioned by Dr. Garrod, but was glad to hear of it from one who had been present at the necropsy. He believed there had been one or two similar cases recorded.2 It was doubtless the suddenness of the obstruction of the coronary artery in the particular case mentioned by Dr. -Garrod which gave rise to the rapidly fatal symptoms, because it was not very rare at necropsies to find one of the coronary arteries obliterated without such symptoms having been produced. In such cases the process of obliteration was gradual, but in the case referred to by Dr. Garrod closure of one coronary artery was so sudden that there was not time for collateral circulation to be established through the anastomosing branches of the other coronary artery. Dr. James Mackenzie's remarks emphasised the coronary theory as furnishing the most probable explanation of the anginal pain. Dr. Weber would have tried amyl nitrite had it not been for the peculiar and misleading physical signs (local crepitation) which he found, and the diagnostic difficulty before the more complete history was obtained. If he had a similar case again, nitrite of amyl would be the first thing he would try; and he believed a good method was to direct a stream of oxygen against the nostrils and hold the broken capsule of nitrite of amyl in that stream. ' The case referred to was recorded by Sir William Church in the St. Bartholomnew's Hospital Reports, 1896, xxxii., p. 7. The patient was a man, aged 40. There were two attacks of severe praecordial pain with an hour's interval between them. The arch of the aorta was somewhat dilated and the thoracic aorta was very atheromatous. The fact that the aorta was atberomatous had escaped the memory of the speaker, but there can be little doubt that the fatal attack with praecordial pain and dyspncea was due to the embolism of the coronary artery.
-See especially L. Hektoen's case, Med. News, Philadelphia, 1892, lxi., p. 210; and
Korczynski's case, abstracted in Jahresb. f. d. gesammnt. Med., xxii. Jahrg. (1887), Berlin, 1888, ii., p. 219. There are other cases of sudden death from coronary embolism recorded without mention of anginal pain.
